SYNOPSIS Four cases, two infants and two adults, of extensive thrombosis of the intracranial venous sinuses are described. Infarction of the brain had occurred in three cases. The first two cases presented as diabetic coma. The third case has been included to represent primary puerperal cerebral venous thrombosis. Extensive venous sinus thrombosis was seen at post-mortem examination in the fourth case, an infant who died suddenly, but there was no cerebral infarction in this case.
Although thrombosis of a cerebral venous sinus is not uncommon, extensive occlusion of the venous drainage of the brain seldom occurs. Primary or non-infective thrombosis of a vein or a sinus may occur in a number of systemic disorders, viz., cachexia, marasmus, heart disease, carcinoma, high fevers, blood dyscrasias, and post-operative and post-traumatic states (Kendall, 1948; Barnett and Hyland, 1953; Bayard, 1960) . A primary cerebral thrombosis in the puerperium has been extensively discussed (Symonds, 1940; Martin and Sheehan, 1941; Stansfield, 1942; Hyland, 1950 grown, was located in the deep subcutaneous tissue in the nape of the neck, but there was no discharging sinus. Apart from slight pericardial bruising no abnormality of the thoraco-abdominal viscera could be found. Both the lateral sinuses contained dark brown ante-mortem thrombi (Fig. 1 ) and the cerebral veins were distended. On the right side the thrombus extended through the jugular foramen into the internal jugular vein. There were diffuse petechial haemorrhages in the cerebral hemispheres, cerebellum, and the brain-stem. The medulla oblongata, pons, and cerebellum were extremely friable, softened, and necrotic. The basilar artery as well as the other cerebral arteries were patent. Microscopically the cerebrum showed small haemorrhages, venous distension, and areas of necrosis. The cerebellum and brain-stem showed severe extensive infarction. The pituitary, with the exception of a few cells in the periphery, was completely necrotic (Fig. 2) . It was haemorrhagic and infiltrated by polymorphonuclear leucocytes. The vessels were markedly engorged. The pancreas showed sparse islets of Langerhans and these were mostly hyalinized.
CASE 2 A well-nourished baby girl (F. W.), aged 8 months, was admitted to hospital in a state of semicoma on 25 March 1958. She had been unwell for two days previously and had vomited occasionally. She had a temperature of 101' F. and a regular pulse of 200/min. Her blood sugar level was 1,020 mg./100 ml. The diabetes was effectively controlled with intravenous insulin and fluid within 12 hours of admission but the coma deepened and the right side of her body started to twitch. All the reflexes except the pupillary light reflex were absent. On 28 March a lumbar puncture showed that the cerebrospinal fluid was clear but under increased pressure, cells less than 2/c.mm., protein 10 mg./100 ml. She retained only an occasional milk feed and was never fully conscious. On 6 April her temperature rose to 104' F. The left arm, as well as the right side, showed Jacksonian movements, and she made frequent encephalopathic cries. Optic discs appeared full but no definite papilloedema was seen. There was no neck rigidity. The liver was palpable two fingers below the costal margin. There was no evidence of chest infection. In addition to the original antibiotic cover of streptomycin and penicillin, terramycin was administered to treat a suspected cerebral abscess. Despite an effective control of blood sugar and electrolytes she remained comatose until she died on 10 April.
Necropsy was performed three days after death. The lungs were well aerated and there was no evidence of a respiratory infection. All (Greenfield, Blackwood, McMenemey, Meyer, and Norman, 1958) .
Cases 1 and 2 as first presented appeared to be of simple diabetic coma, but soon the problem of diagnosis became apparent when coma persisted despite correction of metabolic errors. It would appear that venous sinus thrombosis was present from the beginning of the comatose state. Cardiac and respiratory disturbances in case 1 may have been due to punctate haemorrhages in the floor of the fourth ventricule.
Several factors may predispose to intracranial venous sinus thrombosis. These include severe dehydration due to polyuria and vomiting, profound hypotension and infection, all of which commonly occur in diabetes mellitus. Case 2 illustrates that infection is not essential.
Necrosis of the pituitary in case 1 is an interesting finding. Plaut (1952) found subtotal necrosis of the anterior pituitary on 13 occasions in 147 routine necropsies. He believed that this occurred as an exaggeration of a normal process in the last few days of life. Sheehan (1937 Sheehan ( , 1948 , however, from his puerperal necropsy studies maintains that there exists a close relationship between the severity of the circulatory collapse and the extent of the pituitary necrosis. Sheehan and Stanfield (1961) believe that the causative factor of the puerperal pituitary necrosis is the arterial spasm. Daniel, Prichard, and Treip (1959), however, consider that there is no direct arterial supply to the parenchyma of the anterior pituitary. Pituitary necrosis has been described in a case of bilateral infective cavernous sinus thrombosis (Weisman, 1944 
